During the last month the right eye has become a little more prominent, and it would appear as if it would shortly become proptosed again. Mr. Reginald Bickerton kindly examined the eyes and reported that the right vision = 5-and the left vision = 9, the vision of each eye being slightly improved by a smallcylinder. She read Ji with + 1 sphere and the cylinder. Both eyes showed exophthalmos, the left being the more prominent. In each eye there is some congestion of the conjunctiva of the eyeball and lids. All extra-ocular muscles show normal movements. The pupils were equal and reacted normally. The left disc and fundus were quite normal. The right disc and fundus were in a similar condition, except for a circumscribed patch of retino-choroiditis situated downwards and inwards from the disc and some three to four times its size, heavily pigmented. She states that when she was 18 years old the sight in her right eye became very dim, and she was under treatment for this for some weeks. This might have been an isolated tubercle, but it is now obsolescent.
I presume that this case would be regarded as one of exophthalmic goitre although the pulse is not as frequent as might be expected, nor are tremors obvious at present. Still, the exophthalmos, slight enlargement of the thyroid gland, her rather excitable condition, together with the flushings and occasional attacks of diarrhcea, appear to leave no doubt as to the diagnosis. It would be interesting to ascertain whether her basal metabolism was increased.
The sudden disappearance of the right exopbthalmos after a blow, and its gradual reappearance three years later is interesting. As no abnormal condition of the cavernous sinus nor a tumour was in any way suspected it would appear that the blow caused sufficient inhibition of the action of the muscle fibres of Mtuller to lose their contraction and that the eye sank back. At present the muscle fibres are apparently contracting again. Mr. Bickerton states that contusions sometimes produce this effect and that a blow on the eyeball paralyses the iris muscle, the pupil remaining sometimes irregular and always semidilated. I am indebted to Dr. Lauder, casualty officer to the hospital, for some of the notes above recorded.
A Case of Acquired Acholuric Jaundice.
By C. F. T. EAST, M.B.
PATIENT, a female, aged 40, married; no children. She was first admitted to King's College Hospital, in May, 1919, complaining of jaundice. She said that she had first noticed the yellowness in October, 1918, and had sought treatment for it. Since that time she had had the jaundice more or less continuously, but it had been variable. She had also had some attacks of pain in the right side of the abdomen. Her ankles had been swollen at times and she had been rather short of breath. There was nothing worthy of note in the family or past history.
At this time she appeared rather yellow and there was a distinct yellow tinge in the conjunctiva. She had a slightly raised temperature in the evenings. There was a htmic murmur at the apex of the heart. The gums and palate were pale; the spleen was easily felt but the liver did not appear to be enlarged. She was rather tender in the gall-bladder region. Urine rather dark but otherwise normal in appearance. Faeces normal in colour. A blood count showed the following changes: Red blood cells, 1,320,000 per c.mm.; baemoglobin, 30 per cent.; leucocytes, 16,000; colour index, 1'15.
There was no abnormality in the differential count. 1860 normoblasts were seen per cubic millimetre, and there was marked anisocytosis. Diagnosis: Pernicious antemia; patient left hospital after a month's treatment with arsenic, feeling rather better.
In July, 1920, she was again admitted into hospital. During the interval she had felt better, but two months before readmission she had noticed that the jaundice had increased. Lately she had had attacks of retching accompanied by severe attacks of pain in the right side. She presented the same general appearance as before. The spleen, however, was much larger, reaching as far as the umbilicus and 2 in. below that level. The jaundice was observed to vary. When it was more intense, bile pigments, which did not usually appear in the urine, were present, and at all times urobilin was present in considerable quantities. The blood plasma showed an increase of bile pigments, the bilirubin index being 82 (normal 1 to 4).
Several blood counts ( fig. 1 ) were made and they yielded, the following results: On July 2, 1920: Red blood cells, 1,740,000: haemoglobin, 32 per cent.; leacocytes, 13,000; colour index, 0 9; polymorphs, 75 per cent.; normoblasts, 634 per c.mm.; lymphocytes, 22'5 per cent.; anisocytosis was present; eosinophils, 1P6 per cent.; hyalines, 0 3 per cent.; mast cells, 0G4 per cent.
On August 20, 1920, the following count was reported: Red blood cells, 2,132,000; haemoglobin, 52 per cent.; colour index, 1x27; and on September 2, 1920, the following: red blood cells, 2,600,000; hwemoglobin, 52 per cent.; colour index, 1'0.
Two months later a count showed (November 11, 1920) : red blood cells, 1,664,000; leucocytes, 10,000; haemoglobin, 33 per cent.; colour index, 1x0; polymorphs, 80 per cent.; lymphocytes, 18-4 per cent.; eosinophils, 04 per cent.; mast cells, 0-4 per cent.; hyalines, 0-8 per cent.
Anisocytosis and poikilocytosis were present, and there was also polychromatophilia and punctate basophilia.
Patient was in hospital nine weeks and during this time she had several attacks of abdominal pain which were associated with marked jaundice and vomiting, At these times bile appeared in the urine and the liver became large and tender. She was treated with injections of collosal arsenic and this treatment was continued until February, 1921. She was then readmitted to hospital. Her general condition was unchanged, and she said that she felt better, and had had no attacks of pain. The spleen came down to the level of the umbilicus and the liver reached the same level as before. The urine contained urobilinogen but no bile pigments. Wassermann reaction positive.
The fragility of the red cells was estimated and it was found that haemolysis began in a concentration of saline which equalled 0'79 per cent. The normal level for the beginning of haemolysis is about 0'41 per cent. The bilirubin index was 33 (normal, 1-4).
A blood count sbowed: Red blood cells, 2,088,000 per c.mm.; hwmoglobin, 48 per cent.; colour index, 1x15 ; polymorphs, 82 per cent.; lymphocytes, 17-2 per cent.; hyalines, 0 4 per cent. One normoblast and one megaloblast were seen. Anisocytosis and poikilocytosis were present.
In January, 1922, she was again admitted with increase of jaundice and further attacks of abdominal pain. Her general appearance was much as before. There was marked enlargement of the spleen. The urine contained urobilinogen, the blood plasma showed a bilirubin index of 24. Several estimations of the red blood corpuscle fragility were made and these showed that hmolysis began at about 0'8 per cent. saline. It was also found that the M-CL 2 * East: A Case of Acqu-ired Acholuric Jaundice end-point was much lower than normal, hemolysis not being complete until 0'2 per cent. saline and under. Blood counts showed-January 24, 1922: Red blood cells, 1,752,000 per c.mm.; haemoglobin, 42 per cent.; leucocytes, 7,300 per c.mm.; colour index, 0'84.
The differential count was normal. No nucleated red cells were seen, and anisocytosis and poikilocytosis were present.
She left hospital in the middle of March feeling better. During this time she was put on a course of cholesterol by mouth, and this treatment was kept up till the middle of May. She had only one attack of pain during this time.
When next seen again in December, 1923, she said she felt very much better. Her pain had not returned for some time and she was not short of breath. A blood count showed as follows (and one may well understand the improvement which she felt): Red blood cells, 4,470,000 per c.mm.; leucocytes, 3,200; haemoglobin, 80 per cent.; colour index, 0 9. Normal differential count. No nucleated red cells seen. Estimation of the corpuscle fragility showed that haumolysis began at 0x48 per cent. saline and was complete at 0'38 per cent. saline. The result of van den Bergh's reaction was as follows: (a) Direct reaction negative; (b) biphasic reaction negative; (c) indirect reaction 2 units, indicating that a slight degree of haemolysis was present.
The liver was not enlarged and the spleen came as far as about 2 in. below the costal margin. Altogether she looked very well indeed. She had practically returned to a normal state of health. At first the diagnosis of pernicious anaemia was well supported by the blood count, although at that time the absence of the leucopaenia usually found in pernicious antumia was a little abnormal. Later, the great size of the spleen, and the recurring attacks of jaundice with the presence at these times of bile pigments in the urine, made the diagnosis uncertain, but finally the demonstration of the excessive fragility of the red cells clinched the diagnosis of acholuric jaundice. The clinical features are such as appear in this disease, namely, the continual jaundice without bile in the urine ; the attacks of pain in the right side of the abdomen due to biliary sand, accompanied by increase of the jaundice due to the obstruction, and the appearance of bile in the urine. One may also notice the enlargement of the liver at these times and the constant great enlargement of the spleen.
The fragility of the red cells is a very characteristic and interesting feature.
In this case it was particularly marked. The form of the haemolysis curves in the chart very kindly prepared by Dr. E. if. Creed may be noticed (fig. 2 ). It may also be seen how the hamolysis begins very gradually and then rises rapidly in amount as the concentration of the saline is decreased, and finally tails off, so that at very low concentrations there are still some cells not haemolysed. This shows that besides the large proportion of abnormally fragile cells, there are also some cells which are abnormally resistant. There is the excess of bilirubin in the blood plasma derived from the excessive destruction of the abnormally fragile red cells. The grave anaemia of Addisonian type is very interesting. With the exception of the rather high leucocyte count the blood count would very well pass for that seen in pernicious anEemia. It seems possible that the aneemia may have been due to the excessive destruction of abnormally fragile red cells, though it cannot be said whether there was an abnormal hemolytic factor present as well; or whether the fragile cells fell an abnormally easy prey to a normal process of destruction. There was a vigorous attempt on the part of the bone marrow toreplace the loss as shown by the abnormal red cells seen. It is interesting to note that there were abnormally resistant red cells present as is the case in pernicious anemia. Now the influence that caused the output of these excessively fragile cells is practically removed. There is only a little abnormal destruction of red cells going on and their fragility is almost normal. The size of the spleen has decreased and the anemia has been compensated. At one time the question of the splenectomy was considered, but the patient was thought to be too ill to undergo this. Now she has returned to her almost normal condition; one cannot claim that treatment has effected this change. It remains to be seen whether this is a real recovery or merely a remission. There is still a trace of the old condition, and the degree of leucopamia is not normal. Time will show whether the toxic influence which brought about the condition has disappeared entirely. The charts show the changes in the blood counts and the fragility of the red cells during the illness.
I mu -t thank Dr. Douglas Firth for allowing me to show this case and Dr. E. if. Creed for his chart of the fragility observations made by him.
Dr. F. PARKES WEBER said that in many respects the case resembled a remliarkable one shown by him on May 29, 1923, at the Section of Medicine, under the heading, "A Case of Acquired Chronic Heemolytic (Acholuric) Jaundice, seen fifteen years ago, with a Blood Picture at that time resembling one of Pernicious Anemia."1 The patient in that case was a woman, aged 53 years; she afterwards recovered rapidly fronm her relapse under treatment by rest, and iron and arsenic. On leaving the hospital, in September, 1923, the erythrocytes had risen to 4,704,000 to the cubic millimetre of blood, and the bhemoglobin was 62 per cent. Her blood-serum gave a completely negative direct and indirect Hijmans van den Bergh reaction for bilirubin; there was no icteric tinge in the skin or sclerotics; the urine was free from excess of urobilin and urobilinogen; and the spleen was much less enlarged. There was no longer any excessive fragility of the red cells to ha)molysis, as tested by adding drops of the whole blood to graduated hypotonic sodium chloride solutions. This disappearance of the diminished resistance of the erythrocytes towards hetmolysis was likewise a feature in the present case. Owing to the history in the present case of there having been bilirubin at one time in the urine, together with great jaundice and severe pain across the upper part of the abdomen, Dr. Weber would suggest that at that time there was some actual obstructive jaundice (in addition to the haemolytic jaundice) due to inspissated bile or actual cholelithiasis. Cholelithiasis had been proved to be present in some cases of hsemolytic jaundice as a disagreeable complication.
Aneurysm of the Ascending Aorta treated by Colt's Wisp.
By CECIL P. G. WAKELEY, F.R.C.S. W. A., AGED 31, by occupation a blacksmith, first noticed a swelling in the front of his chest, in March, 1923, which gradually increased in size. The patient did not consult a doctor, although he suffered from a dull ache in his chest. On November 26, 1923, the pain in the chest became much worse and he was admitted to King's College Hospital.
On examination a swelling about the size of a large orange was seen on the anterior wall of the chest, slightly to the right of the middle line. On palpation the swelling felt firm and elastic; it pulsated and the skin over it was tense and red. The right border of the sternum and the second, third and fourth ribs were eroded. A skiagram demonstrated a large fusiform aneurysm of the ascending aorta. Wassermann reaction positive. The only form of treatment for such a large aneurysm was Colt's method.
On November 30, 1923, a large Colt's wisp was introduced deep into the aneurysm. The swelling immediately became solid, and the pulsation was changed from an expansile to a thrusting type. The wound healed per primam. It was thought that probably a second wisp might have to be introduced at a later date owing to the large size of the aneurysm.
